The pathogenesis of Cushing's syndrome is generally considered adrenocortical tumor as primary cause and adrenocortical hyperplasia due to hypothalmus-pituitary disorder or an ectopic ACTH producing tumor as secondary cause. Liddle's dexamethasone suppression test is appreciated to be reliable in distinguishing the primary adrenocortical autonomy from secondary adrenocortical hyperplasia. However, several recent reports on the exceptional cases with dexamethasone resistant adrenocortical nodular hyperplasia (Kirschner et al., 1964) , primary adrenocortical dysplasia (Meador et al., 1967) , dual pituitary adrenal control (Choi et al., 1970) No abnomality of his sella turcica on the skull film and the visual fields on perimetric examination were noted together with negative uptake of 131I cholesterol scan postoperatively.
Discussion
The pathogenesis of glucocorticoid overproduction by adrenocortical hyperfunction is considered in two categories; adrenocortical tumor as the primary cause and adrenocortical hyperplasia due to hypothalamic pituitary abnormality or due to an ectopic ACTH producing tumor as the secondary cause. In addition to them, the adrenocortical autonomy by adenomatous hyperplasia following long standing adrenal stimulation by the pituitary has been postulated as the tertiary cause by several investigators.
Since the first report on adrenocritical multinodular hyperplasia (Mellinger and Smith, 1956 ), more than 10 similar cases have been appeared on the journals (Table 5 a, b). Kirschner and his associates complied 4 cases of adrenocortical nodular hyperplasia and added their own case. (Kirschner et al., 1964 ) They compared these cases with conventional adrenocortical hyperplasia and noted the longer duration and more profound hypercorticoid state (hence dexamethasone resistant) than in the diffuse type and postulated that the long standing adrenocortical stimulation might lead to adenomatous hyperplasia and finally might endow autonomy conversely.
However, against the Kirschner's hypothesis, cases of Goldblatt (Goldblatt and Snaith, 1958) , Mosier (Mosier et al., 1960) , DeMoor (DeMoor et al., 1965) , Klevitt (Klevitt et al., 1966 ) and the present authors have relatively short duration of hypercorticoid state. Also, it must be stressed that no prominent nodularity is noted in congenital adrenocortical hyperplasia despite continuous stimulation to the adrenal cortex.
In 1967, Meador and his associates reported a 14-year-old negress who was resistant to high dose dexamethasome (Meador et al., 1967 Meador and his associates thought his case must be ACTH independent and postulated this as primary adrenocortical nodular dysplasia. Choi and his associates claimed on this speculation based on their experience of adrenocortical nodular hyperplasia case which alike Meador's case showed no detectable ACTH level at first, followed by high ACTH level detectable 9 months after the first examination and pointed out the danger of isolated measurement of ACTH in this condition. (Choi et al., 1970 ) Also , it must be noted that the false dexamethasone Tesistancy can occur during the cyclic reduction of plasma ACTH level as reported by Brown et al. (Brown et al., 1973) .
In the authors' case, plasma ACTH levels Tose up above normal gradually after the bilateral adrenalectomy. This and the Chois' observations indicate the necessity of careful follow-up before deciding the presence of primary adrenocortical hyperplasia.
As for pathogenesis of this case with huge bilateral adrenocortical nodular hyperplasia , no conclusion can be drawn. One possible explanation is that the adrenocrtical abnormal hyperresponse caused by a hypothalamuspituitary disorder leads to multinodular hyperplasia of the adrenal cortex and fially to adrenal autonomy which in turn suppressed the hypothalamus-pituitary system due to negative feed back mechanism and bilateral adrenalectomy released this hypothalamuspituitary inhibition and allowed plasma ACTH level to rise again. However, no Teasonable satisfactory explanation can be given to this abnormally large adrenal overgrowth in the relatively short period. Also interesting in this case is that his postoperative levels of plasma ACTH rose up above normal whereas those of plasma 
